acute subdural hematoma as a 3-mm extra-axial collection extending from frontal, parietal and temporal lobe. This bilateral hematoma was isointense on T1-weighted images and hyperintense on T2-weighted MR images ( Figure  1B ). No evidence of arachnoid hemorrhage was noted on either CT or MR-Flair images.
Cerebral angiography confirmed the presence of a left posterior communicating artery aneurysm of 10 mm maximal diameter. The irregular aspect of the dome aneurysm on angiogram was very suggestive of a recent rupture. No vasospasm was present. (Figure 2A ).
Surgical and endovascular treatment options were discussed with the patient's relatives, and after consideration of the risks, benefits and potential complications, endovascular treatment was decided.
Endovascular treatment by coiling was performed on the same day as admission using an endovascular technique with a microcathether Prowler-J (Cordis Neurovascular, Miami, USA), a 0.012-inch glide wire (Terumo, Leuven, Belgium) and six Matrix coils (Boston Scientific Target, Ireland) with total exclusion of the aneurysm. (Figure 2B ). The patient developed intracranial hypertension and an external ventricular derivation was placed. After 20 days in the intensive care unit the patient died from cardiovascular dysfunction secondary to adrenergic myocarditis. 
Summary

Case Report
A 44-year-old, right-handed woman experienced a sudden loss of consciousness. There was no history of hypertension, haemostatic diseases, head trauma or sudden onset headaches. The patient was found unconscious and admitted to our hospital sedated and intubated with slight anisocoria. Computer tomography (CT) scan revealed a bilateral acute subdural hematoma at the brain convexity without significant mass effect, and a hyperdensity on the tentorium cerebelli ( Figure 1A ). Magnetic resonance imaging (MRI) confirmed the bilateral Bilateral Acute Subdural Hematoma from Ruptured Posterior Communicating Artery Aneurysm A Case Report
Discussion
Intracranial bleeding due to the rupture of a cerebral aneurysm is frequently observed as subarachnoid hemorrhage (60%), intracerebral hematoma (30-40%) or intraventricular bleeding (12-19%) 5 . Spontaneous subdural hematoma (SDH) usually occurs after head trauma and its spontaneous or non-traumatic occurrence is extremely rare 6, 7 . Acute spontaneous subdural hematoma is an uncommon manifestation of a cerebral aneurysm. Aneurysm of the internal carotid artery, middle cerebral artery and anterior cerebral artery are more commonly associated with the presentation of subdural hematoma 5,8,9,10 . The incidence of acute subdural hematoma (SDH) due to ruptured aneurysm occurs in 0.5% to 8% of cases 7, 10, 11, 12 . Of them, acute SDH without neuroimaging evidence of SAH is more rare 3, 4, 13 . Similar to our case, most cases of subdural hematoma due to the rupture of cerebral aneurysms reported in the literature were seen in females 14 . The majority of these patients presented with features suggestive of transtentorial herniation such as anisocoria, hemiplegia and altered consciousness 14 .
An initial 3D-CT angiography is useful to detect the presence of an aneurysm and an angiographic study can confirm the subjacent vascular pathology 15 . However, even when no aneurysm is recognized, the possibility of angiographically unvisualized aneurysm should be considered 16 . Neuroradiological investigation can help to define the cause of an acute subdural hematoma in the absence of head trauma. CT scan suggests the differentiation between a subdural hematoma due to a ruptured aneurysm from one secondary to trauma 14 . For example, continuity between a convexity subdural hematoma and an interhemispheric subdural hematoma could be related to a ruptured aneurysm of ACA 3, 10 , and continuity between a tentorial hematoma and an interhemispheric subdural hematoma may indicate a ruptured aneurysm of an internal carotidoposterior communicating junction (IC-PC) 7 . Clinical criteria are important to decide the treatment procedure. If a rapid clinical deterioration occurred, an emergency craniotomy for subdural evacuation should be performed before further investigations 14 . Exceptionally, during surgical procedure direct vascular visualization may reveal the aneurysm as the cause of the hematoma 17 . Elective endovascular coiling can be proposed if the SDH is clinically well tolerated or after surgical evacuation of the hematoma.
Patients with unilateral or bilateral spontaneous acute SDH should be evaluated with CTangiography, angio-MRI or conventional angiogram to seek the cause of bleeding. However, negative angiography does not categorically exclude this possibility, and if surgery is necessary an extensive brain surface examination must be performed 16 . In the majority of cases with unilateral SDH secondary to ruptured aneurysm, the lesion was located in the middle cerebral artery along the convexity 15 or in the anterior cerebral artery along the interhemispheric fissure and the brain convexity 9, 10 . Three mechanisms have been proposed to explain how a ruptured saccular aneurysm can cause an acute subdural hematoma. First theory: successive small bleeding or sentinel hemorrhages can cause the adhesion of the aneurysm to the adjacent arachnoid membrane, and the final rupture occurs into the subdural spaces 7 . Second theory: the stream of blood may rupture through the arachnoid membrane at some distant weak-point 12, 13 . Lastly, the subdural hematoma may develop secondary to the decompression of an intracerebral hematoma into the subdural space following disruption of the arachnoid covering the cerebral cortex 18 . Some cases with acute unilateral SDH due to ruptured IC-PC aneurysms have been reported 3, 13, 19 . The adhesion of the fundus of the IC-PC aneurysm with the tentorium cerebelli should permit the extension of the hemorrhage into the subdural space without SAH 3 . Bilateral acute subdural hematoma on the hemispheric convexity secondary to ruptured aneurysm is very rare, and has been described only with ACA or ACoA aneurysms 9, 20 and its presentation is generally with extension to the interhemispheric subdural spaces. To our knowledge, this case appears to be the first in the literature with bilateral acute subdural hematoma secondary to ruptured posterior communicating artery aneurysm. In our case, a particular anatomical configuration or the local fibrosis provoked by hypothetical previous small bleeding episodes of the aneurysm could facilitate the absence of SAH and the extension of the bleeding across the tentorium cerebelli and the bilateral subdural spaces. 
